THE boy has a number of typical molluscum lesions, but in an unusual position. They are situated in the right groin and are in various stages of evolution. The usual positions-hands and face, &c.-are quite free from lesions.
By J. D. ROLLESTON, M.D.
A BOY, aged 5 years, was admitted into hospital on October 6, 1915, with severe faucial diphtheria, on the third day of the disease. 20,000 units of antitoxin were given on admission, 16,000 on October 7, and 12,000 on October 8. The throat became clean on October 11. An urticarial rash appeared at the injection site on October 12, and persisted till October 15. The same day the heart, hitherto normal, showed some slight left-sided dilatation and an occasional extrasystole, and the child vomited. On October 16 triple rhythm developed and the liver became enlarged. On November 2 the voice became nasal. In the morning of November 3, the thirty-first day of the disease, a circinate rash appeared over the limbs. Temperature 97.80 F. During the day he complained of abdominal pain, and at 10 p.m. became very pale and almost pulseless. At 1.30 a.m., the face, eyes, and arms twitched, and between 4 a.m. and 6.40 a.m. he had general convulsions. At 11.20 a.m. he was found to have complete loss of power in the right upper and lower extremities. There was slight facial palsy. The right abdominal reflex was less marked than the left. Both plantar reflexes were flexor. There was no ankle clonus. The knee-jerks were absent. He seemed to understand what was said to him, but could not speak. The left index, middle, and ring fingers each showed a bulla on the terminal phalanx. At 7 p.m. he had recovered some power in the right upper limb, but the lower limb was still paralysed. The right plantar reflex was now extensor. He could speak a few words. The following morning he had quite recovered his speech, and could move his right arm and leg freely. The right plantar reflex was still extensor, but on the next day became flexor. The. voice remained nasal until November 29, but no other nervous symptoms developed, and when he was allowed up, on December 3, the sixty-first day of his illness, he could walk without support.
In spite of a variety of local applications the lesions on the fingers showed no tendency to heal and sloughing took place, worse on the middle finger. No membrane was seen at any time. There was no constitutional disturbance, nor any rise of temperature.
On January 19, a culture taken from the lesion on the middle finger showed numerous groups of diphtheria bacilli, and 8,000 units of antitoxin were injected. Within a week, the lesions, which had been in existence for two and a half months, had completely healed. On his discharge from hospital the left index, ring, and especially the middle finger showed some deformity and ulnar deflection of the terminal phalanges. There was marked limitation of movement of the terminal phalanges of the index and middle fingers, from which nearty all the nails had disappeared. The nail of the ring finger showed only a deficiency on the ulnar side.
Transient hemiplegia in diphtheria is a very unusual condition. Some years ago I reported to the Clinical Section1 eighty cases of hemiplegia occurring in diphtheria, including six I personally had seen. In all of them the hemiplegia persisted until death or, in those which recovered-the majority-it became permanent. I have never before known of a transient case of hemiplegia in diphtheria, and the question arises as to the cause. I think it is not due to arterial spasm, like transient strokes in adults, nor that it is ureemic hemiplegia. I have reported transient hemiplegia in scarlatinal urmemia,' in which it lasted barely twenty-four hours, but have never known hemiplegia in diphtheria to last so short a time. I think it was due to embolism, as in most reported cases of diphtheritic hemiplegia in which there was a necropsy; possibly, as Dr. Hawthorne suggested to me, it was the result of a shower ,of small emboli, because the lesions were easily reparable. About twenty years ago there was an interesting paper by Achard and Levi' on transitory paralyses of cardiac origin. Both the cases there reported occurred in adults, but I think the present case is an instance in point.
There is a question whether the onychia in this case was due to primary or secondary diphtheritic infection. When first seen the lesions were bullk, like those in a bad burn, and it was many weeks before I thought of the possibility of a diphtheritic infection: there was no membrane. The child had had severe diphtheria, and had been treated with large doses of antitoxin. I then found the diphtheria bacillus present.
In the literature I find many cases of diphtheria of the skin in which the lesions have been bullous from the first, including diphtheritic whitlow. The first man to describe the latter was a Frenchman named Hau,2 who also says that in many cases there was no membrane present. One might compare them with cases of syphilitic chancre on the fingers, which are often treated for a long time as ordinary whitlows, but when their nature is discovered they rapidly yield to antisyphilitic measures. Dr. Tylecote reported, some years ago,) a somewhat similar case in a colleague of his in a fever hospital.
He had a troublesome whitlow, which lasted for weeks, in spite of all kinds of local treatment. A culture was then made, and the diphtheria bacillus found, and there was rapid healing on administering antitoxin: in that case no paralysis followed.
Dr. Guthrie4 and Dr. Paterson5 have recorded cases of paralysis following diphtheritic whitlow.
This child was under observation a long time, because shortly after the nature of the whitlow was recognized the patient developed chickenpox, but no further paralysis developed.
(Discussion follows next case.)
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